Similar effects were observed in pulmonary hypertension following surgery for congenital cardiac disorders and in childhood primary pulmonary hypertension 6 . Dipyridamole is not widely used in pulmonary hypertension but our success with sole therapy, coupled with previous reports, suggests that it merits further investigation, at a time when the ef®cacy of iNO is in doubt. REFERENCES 1 Grif®th TM, Edwards DH, Lewis MS, Henderson AH. Evidence that cyclic guanosine monophosphate (cGMP) moderates endotheliumdependent relaxation. Eur J Pharmacol 1985;112:195±202 2 Ziegler JW, Ivy DD, Fox JJ, Kinsella JP, Clarke WR, Abman SH. Dipyridamole, a cGMP phosphodiesterase inhibitor causes pulmonary vasodilation in the ovine fetus. Am J Physiol 1995;269:H473±9 3 Al-Alaiyan, Al Omran, Dyer D. The use of phosphodiesterase inhibitor (dipyridamole) to wean from inhaled nitric oxide. Intent Car Med 1996;22:1093±5 4 Ivy DD, Kinsella JP, Ziegler JW, Abman SH. Dipyridamole attenuates rebound pulmonary hypertension after inhaled nitric oxide withdrawal in postoperative congenital heart disease. J Thorac Cardiovasc Surg 1998;115:875±82 5 Kinsella JP, Torielli F, Ziegler JW, Ivy DD, Abman SH. Dipyridamole augmentation of response to nitric oxide. Lancet 1995;346:647±8 6 Ivy DD, Ziegler JW, Kinsella JP, Wiggins JW, Abman SH. Haemodynamic effects of dypyridamole and inhaled nitric oxide in pediatric patients with pulmonary hypertension. Chest 1998;114(1 suppl):17S
The most common source of graft prosthesis infection after vascular reconstructive surgery is the skin¯ora, but infection can also arise from an intra-abdominal in¯ammatory event.
CASE HISTORIES

Case 1
A man aged 77 had his 9 cm leaking abdominal aortic aneurysm repaired with an aorto-iliac graft. 4 years later he was referred with a few days' history of central abdominal pain, anaemia and melaena. On examination he had a tender mass in the right iliac fossa and a bleeding duodenal ulcer was found on endoscopy. Leukocyte count was 26610 9 /L and blood cultures grew Klebsiella and Escherichia coli; he was started on intravenous cefotaxime. After he passed a further 400 mL fresh blood per rectum, he was taken to theatre. At laparotomy pus was found seeping from the proximal graft suture line and below was a secondary aorto-duodenal ®stula. The appendix was closely adherent to the underlying graft, which was bile-stained. The right limb was thrombosed within an envelope of pus. Proximally, a loop of ileum also had a 1 cm diameter paraprosthetic contact with the right limb ( Figure 1 ).
The ®stulae were closed and appendectomy was performed. Histological examination revealed granulation tissue on the external surface of the appendix, presumably associated with the paraprosthetic ®stula, and chronic active appendicitis. A right axillo-bifemoral bypass was performed before removal of the infected prosthesis. The bed of the infected graft was irrigated with aqueous povidone iodine. The patient was readmitted two months later with an abscess in his right thigh which drained 600 mL of pus containing E. coli, and he was treated with netilmicin. He died four weeks later from bronchopneumonia.
Case B
A 59-year-old non-insulin-dependent diabetic patient with ischaemic heart disease underwent an emergency aortobifemoral graft for a ruptured abdominal aortic aneurysm. 14 years later he was admitted with acute ischaemia of the right leg secondary to thrombosis of the right graft limb. A successful embolectomy was performed. Postoperatively E. coli grew from blood culture and wound swab. This occult infection was treated with gentamicin and his fever settled. He was readmitted four months later with an abscess in the right groin, and an underlying graft infection was suspected. Doppler pressures, intravenous digital subtraction angiography and leukocyte count were all normal but a technetium-radiolabelled leukocyte scan demonstrated an infected`hot' right limb of the graft (Figure 2 ). The groin and right pelvis were explored and a tunnel of pus was found from the groin up to a point 5 cm below the graft bifurcation. The tip of the appendix was clearly adherent to the graft limb, and the underlying graft was bile-stained. Histological examination of the appendix revealed chronic active appendicitis. The right limb of the graft was excised and a Fluoropassiv graft soaked in rifampicin (60 mg/mL) was taken from the graft stump, through the obturator foramen, deep to the adductors, to the upper popliteal artery. The right common femoral artery was closed and a gentamicin irrigation system was left in the infected bed. The excised graft and blood cultures grew E. coli and Pseudomonas sp. He was treated with intravenous imipenem and gentamicin and was discharged four weeks later. One year postoperatively he was ®t and well.
COMMENT
There are two previous reports of ®stulous connections between the appendix and a synthetic bypass graft 1,2 , and two cases of an infected abdominal aortic aneurysm secondary to appendix abscess have also been described 3,4 . To our knowledge, there has been only one previous report of a closed aorto-femoral graft infection secondary to appendicitis 5 . In our case 1, as well as a graft enteric ®stula between duodenum and graft, there were two graft enteric erosions 6 between appendix, ileum and graft. In this patient, the closely adherent appendix was not necessarily the cause of infection but might have become in¯amed because of sepsis about the graft. In case 2 there was a single graft enteric erosion between appendix and graft. These cases emphasize that appendicitis could well be the origin of very late Gram-negative graft infection when E. coli is cultured from blood or wounds.
Technetium white cell scanning, not yet available when the ®rst patient was seen, can be useful in determining the site of graft infection. In case 2, knowledge that the infection was localized allowed excision to be limited to only one graft limb, avoiding the high risk of mortality associated with removal of the entire graft. These cases constitute a further warning that the appendix should never be left in close proximity to a graft or tunnel. Idiopathic intracranial hypertension (IIH) is characterized by raised intracranial pressure in the presence of normal cerebrospinal¯uid composition and unremarkable neuroradiological studies 1 . Sixth cranial nerve palsy is the most commonly described oculomotor abnormality seen in association with IIH 2 , although fourth cranial nerve palsies have also been reported 3 . Simultaneous bilateral fourth and sixth cranial nerve palsies have not previously been described in IIH.
Bilateral sixth and fourth cranial nerve palsies in idiopathic intracranial hypertension
CASE HISTORY
A boy aged 15 was referred with a two-week history of headaches, somnolence, intermittent vomiting and diplopia. Before this he had been ®t and well. Other than obesity, general physical examination showed nothing of note. On visual assessment Snellen acuity was 6/6 bilaterally but there was obvious papilloedema. Findings on orthoptic evaluation included: limitation of abduction of both eyes; underaction of the right eye and left eye on laevodepression and dextrodepression, respectively; overaction of the right and left eye on laevoelevation and dextroelevation, respectively; a right hypertropia on left gaze; a left hypertropia on right gaze; and a V-pattern esotropia (Figure 1 ). The clinical ®ndings were suggestive of bilateral fourth and sixth cranial nerve palsies, corroborated by the Hess chart. Enlarged blind spots were demonstrable on Goldmann kinetic perimetry.
Computed tomographic and magnetic resonance brain scans were essentially normal, with no neuroradiological evidence of raised intracranial pressure. Analysis of cerebrospinal¯uid revealed no abnormality, but the opening pressure was high (28 cm H 2 O).
In view of the above ®ndings, idiopathic intracranial hypertension was diagnosed. Ocular and non-ocular symptoms and signs resolved completely after a course of oral acetazolamide 125 mg twice daily and a successful programme of weight reduction.
COMMENT
Sixth cranial nerve palsy has a well described association with idiopathic intracranial hypertension and is frequently bilateral, especially in young patients. Of 10 paediatric cases of IIH recently reported, sixth cranial nerve palsies were present in 6 (4 bilateral and 2 unilateral) 2 . However, raised intracranial pressure is frequently overlooked as a cause of fourth cranial nerve palsy. Speer et al. 3 recently reported on 3 young patients who had unilateral fourth cranial nerve de®cits associated with IIH, but only one had a coexisting sixth nerve palsy. There is one account of bilateral superior oblique palsies in association with IIH 4 , but the authors concede that the vertical deviation in that case may have been due to skew deviation and the Hess chart did not support a diagnosis of bilateral superior oblique palsies.
The clinical ®ndings suggestive of bilateral superior oblique palsies in our patient included underaction of right eye and left eye on laevodepression and dextrodepression, respectively. The Hess chart con®rmed bilateral underaction of the superior obliques and overaction of the
